Introduction
Takotsubo cardiomyopathy or Stress-Induced Cardiomiopathy (SICM) is a rare condition most commonly described in postmenopausal Japanese women, in a setting of severe emotional and/or physical stress. Although the condition is often misdiagnosed as an acute coronary syndrome, all the following criteria need to be met to establish the diagnosis of SICM: 1) transient Left Ventricular wall motion abnormalities, mainly akynesia of the apex with systolic ballooning that usually resolves within few days to few weeks; 2) absence of obstructive coronary artery disease or angiographic evidence of acute plaque rupture; 3) new ECG abnormalities or troponin elevation.
Pathogenic mechanisms such as coronary microvascular dysfunction, mutivessel coronary vasospasm and catecholamine-mediated cardiotoxicity have been suggested as etiologic factors. 
Discussion and Conclusion
We describe the clinical case of a man who was admitted in the emergency room of a public tertiary hospital because of chest pain. Although the first diagnostic hypothesis was an acute coronary syndrome, analytic evaluation, echocardiogram and Coronary percutaneous intervention excluded it, leading to SICM as the most probable diagnosis. This syndrome is not common in men neither in the western countries. So that possible causes were searched for. This evaluation included Cathecolamines and Metanephrines, regarding the toxic cardiomyopathy that often complicates Pheochromocytoma. As plasma adrenaline and metanephrine were slightly elevated, patient was sent to Endocrine Outpatient Department. Cathecolamines and Metanephrines were reevaluated, now in less stressing conditions, after treatment of the odontal pathology. Results were within the normal reference range. However, other endocrine disturbances were evident on basal evaluation: a panhypopiyuitarism that was confirmed by the pituitary multiple reserve test, whose cause was not clearly determined. We can hypothise that this disease may justify , at least in part, all the clinical complaints that patient presented during the previous year. Treatment with hydrocortisone 30mg/day p.o., levotiroxine 100ug/day p.o. and testosterone 250 mg 1administration/month IM was offered.
Several case reports in the literature describe the association between Hypopituitarism and SICM and mainly between hypocortisolism and SICM. Some abnormal electrocardiogram findings are observed in adrenal failure even in patients with no cardiac signs or symptoms: QT prolongation, ST depression or deep inverted T. Authors speculate about the consequences of hypoglicemia or hyponatremia on the cardiac membrane sodium-calcium pumps dysfunction, however, in other reports (as in ours) these disturbances were not verified. Yamanaka O et al (1994) also speculated that transient cardiac damage may be induced by overt catecholamine production, which is partially regulated by glucocorticoids. Moreover glucocorticoids seem to play a role in the cardiac myocytes protection and maintain its contractile function by controlling membrane calcium transport. Animal studies also demonstrated depleted microsomal phosphorylase activity after adrenalectomy. This fact impairs glycogenolysis and induces disruption of excitationcontraction cycle. 
